recombinant chromosome originating from a carrier parent. Mules and Stamberg5 also found the risk for liveborn recombinants to be low.
No cytogenetic information was available on the fetal tissue from the mother's two spontaneous abortions in our case. Mules and Stamberg,5 however, reported that paracentric inversion carriers seem to be at some risk of pregnancy wastage. Their data indicate that about one third of these pregnancies ended in spontaneous abortion.
In conclusion, it is advisable for all paracentric inversion carriers to have prenatal chromosome analysis performed on every pregnancy, even though the risk of recombination may be low. X chromosome inactivation studies are also recommended for inv(X) female carriers. The commonly accepted theory for inactivation of X chromosomes with duplications or deficiencies of material is that the abnormal X is inactivated to avoid genetic imbalance. Therefore, non-random inactivation of an inv(X) may indicate whether or not the rearrangement is balanced, and be a significant factor in counselling parents of a carrier male fetus. enlargement of the liver first noted at six years with abnormal liver function. The patient described by Elliott3 also had hepatomegaly but the liver function tests were normal.
Another unexpected difference was in the bone age. In the patient of Mulvihill and Smith' and Elliott,3 it was appropriate for chronological age whereas, in our patient, at a chronological age of six years the bone age was advanced to 10 years. Despite these differences the three patients are strikingly similar and clearly have the same condition.
There are a number of other syndromes characterised by premature aging. Cockayne syndrome is 
